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Dear Sirs, giant cell arteritis (GCA)
of the vertebral arteries (VA) is a
rare, potentially treatable disease
with serious prognosis. In a recent
literature review [7], eight cases of
bilateral VA-occlusion resulting
from GCA were identified [1, 2,
7–9]. Six of these patients died.
Both surviving patients were left
dependent on assisted living [7].
We report on two patients with
GCA of both VA with a favourable
outcome.
Patient 1: A 75-year-old woman
suffered from gait disturbance,
vertigo, headache and jaw claudica-
tion. She lost 10 kilograms in two
months. Neurological examination
revealed gaze-evoked nystagmus,
gait ataxia and pyramidal signs.
Erythrocyte sedimentation rate
(ESR) was 110 mm/h. The brain
MRI showed bilateral cerebellar
and left pontine infarction and an
enhancement of the intracranial VA
after gadolinium (Fig. 1a, b). Sonol-
ogy detected a halo around both
VA (Fig. 1c). Biopsy of the temporal
artery confirmed GCA (Fig. 1d).
Her symptoms markedly improved
after four days of high-dose IV-
methylprednisolone treatment
(1000 mg/d). The ESR decreased to
38 mm/h. On sonology, the stenoses
regressed but the halos persisted.
Patient 2: A 81-year-old man
had a syncope, headache, vertigo,
blurred vision and jaw claudica-
tion. He lost 13 kilograms in two
months. Bitemporal indurated and
painful arteries were clinically
prominent. The ESR was 90 mm/h.
Sonology showed a halo around
the temporal arteries and stenoses
of the V4-segment (Fig. 1e). Con-
trast-enhancement of the VA walls
was present on MRI (Fig. 1f). GCA
was confirmed upon biopsy of the
temporal artery (Fig. 1g, h). The
symptoms resolved after five days
of high-dose IV-methylpred-
nisolone treatment (500 mg/d). The
ESR decreased to 40 mm/h. Sonol-
ogy showed regression of the
vertebral stenoses.
Giant cell arteritis of the verte-
bral arteries is a rare cause of ver-
tebrobasilar stenoses or occlusions.
Eight cases of GCA-related bilateral
VA-occlusions have been identified
between 1966 and 2001, while an-
other 110 cases of VA-occlusions
were attributable to atherosclerosis
[7]. The majority of GCA-patients
with VA-occlusions died [3, 4, 6, 7].
The two patients reported here 
had a favourable outcome. In con-
trast to other cases reported with
unfavourable courses [1, 2, 7–9],
our patients had stenoses rather
than occlusions. Although the de-
gree of hemodynamic compromise
may be crucial, one recently re-
ported fatal case with VA-stenoses
[3] illustrates that patients with
stenoses only do not necessarily
have a favourable outcome. It re-
mains to be determined why in
some patients VA-involvement
caused occlusions while in others
the involvement was restricted to
the level of stenoses. Other vari-
ables theoretically predicting an
unfavourable outcome are (i) the
involvement of the basilar artery,
not directly affected by GCA [9],
but resulting from bilateral VA
occlusion, and (ii) the lack of suffi-
cient collateralisation from the
carotideal circulation. It may be
postulated that early high-dose
immunosuppression is efficacious,
as by observation several of the
cases with fatal outcome had no
immunosuppressive treatment [6,
7]. However in one case reported,
even the addition of IV cyclophos-
phamide to high-dose IV steroids
could not prevent the fatal outcome
[3]. In another case, conversely, the
delay of immunosuppressive treat-
ment resulting from misinterpreta-
tion of imaging findings as VA-
dissection [5] did not prompt an
unfavourable course.
Systematic observation of GCA-
patients with symptomatic steno-
occlusive disease of both VA is war-
ranted to identify reliable outcome
predictors. Taking into account the
low frequency of the disease, a
multicenter registry compiling
clinical, laboratory and imaging
data would be of great value.
In conclusion, our two cases
illustrate favourable courses among
patients with GCA-involvement of
both vertebral arteries which have
not been reported so far. The iden-
tification of prognostic features
and the role of early immunosup-
pressive treatment should be ad-
dressed in future clinical research.
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